A B S T R A C T Lymphocytes from normial noinallergic donors and patients with atopic disorders were analyzed for subpopulations bearing Fc receptors for immtnunoglobulin (Ig)E (Fce) and IgG (Fcy), surface IgM (sIgM) and IgD 
I NTRO I) U CTION
It is well knowni thatt immunoglobulin (Ig)E antibodies bind to high affinity Fc receptors (FcE)1 On obasophils and imiast cells and, atfter reactinig witlh anitigein, cauise these cells to release vasoactive sul)stances (1) . Recently, we (lescriledl at subpopuilation of' lymphocytes that also has Fe, receptors (2) (3) (4) (5) (6) . The maljority of normiial (3, 6) , cuiltuired (4) , andI chlroniic lymlphattic leuikemiiic (5) The clinical data of the atopic patients are summarized in Table I . 12 patients with mild to moderate disease (group I) were randomly selected from the practice of one of the authors at the Cecil and Ida M. Green Hospital of Scripps Clinic. Most of these patients were studied at a time when their atopic disease was in spontaneous remission or controlled with medications taken with 72 h of blood sampling. The clinical diagnoses of allergic rhinitis and(or) asthma in these patients was confirmed by significant titers of skin sensitizing antibodies (IgE) to historically relevant allergens. The four patients of group II and three of group III with severe atopic dermatitis were selected from patients at the University Hospital, University of California at San Diego, San Diego, Calif., by Dr. O'Connor. The patients in these two groups had serum IgE levels >10,000 U/ml and atopic dermatitis involving at least 75% of total body surface. Patients in groups II and III were using local corticosteroid at the time of study. In addition, group III patients were receiving systemic corticosteroids, and had been for at least 3 yr. Patients Nic and Rus (group III) were on alternative day prednisone, 15 and 10 mg respectively, and were studied 48 h after their last dose. Bur received 4 mg i.m. of betamethasone weekly. The patients' lymphocytes were studied when they were clinically stable and not infected. Two patients in group II were subsequently studied during an acute herpes simplex infection. Patient Pra had bilateral ophthalmic herpes, and patient Gre had cutaneous herpes of both arms, chest, abdomen, and face.
Lymphocyte isolation. Lymphocytes were isolated from anticoagulated venous blood bv a slight modification of the method described by Perlmann et ai. (8 10 -30 x 106 lymphocytes were incubated with a mixture of Eo coated with F(ab')2 anti-IgM, IgD, K-, or X-chain (5). Neuraminidasetreated E were used for T-cell depletion (6) . The cell mixtures were centrifuged at 800 g for 5 min and incubated for 1.5 h at 4°C. The cells were then gently resuspended, underlayered with Ficoll-Hypaque and centrifuged for 20 min at 1,600 rpm (3). The interphase cells were collected, washed three times with TH, and used in rosette assays. The erythrocytes of the rosetting cells in the cell button were lysed with 0.9% NH4Cl, and the remaining lymphocytes wvere washed three times with TH. Mixed rosette assays were performed by employing E0'-IgE (3) and neuraminidase-treated E (6).
IgE determination. Serum IgE concentrationis were determined by double antibody radioimmunoassay as described (9) . 1 U of IgE was equivalent to 2.42 ng of IgE (10).
Monkeys. 10 Macaca monkeys were tested for lymphocyte markers by employing the same reagents used for human cells. Two pigtail monkeys (Macaca nemestrinus) were selected for the experiments because both were 7-yr-old females weighing 6 kg. One had a high number (3.3%) and the other a low number (0.3%) of Fc,+ lympocytes. IgE myeloma protein Sha (20 mg/ml) was ultracentrifuged to remove aggregates (11) and 40 mg was injected i.m. into each of the monkeys on the 1st d, then 20 mg/animal per d on the 2nd, 3rd and, through the 4th d. 10 proportionally much lower than the other lymphocyte
The lymphocyte subgroups of three patients with subpopulations. Three months later, the Fc,+ lympho-severe atopic dermatitis who were receiving corticocytes returned to preinfection levels in patient Gre. steroids systemically (group III) are shown in Table IV . (3, 6) , the lymphocytes of four patients were depleted ofanti-Ig-rosetting cells. As shown in Table V The lymphocyte preparations were treated with colloidal iron because -25% of normal human monocytes form rosettes with Fc-IgE-coated indicator cells (20) . These rosettes can only be inhibited with 10 mg/ml of IgE, whereas the rosettes formed by lymphocytes are completely inhibited by 1 
